for the specificity in membrane trafficking. Recent results, however, suggest that SNAREs are not specific in their ability to form complexes in vitro, suggesting that trafficking specificity requires additional factors (Yang et al., 1999 likely through a secondary factor termed a GDI dissociatranslocation and docking at specific fusion sites. Rabs tion factor (GDF), which displaces GDI. After the Rab may also play critical roles in higher order processes becomes membrane bound, a guanidine nucleotide exsuch as modulating the levels of neurotransmitter rechange factor (GEF) promotes release of GDP and the lease in neurons, a likely mechanism in synaptic plasticsubsequent loading of GTP. In its GTP-bound conformaity that underlies learning and memory (Geppert and tion, the Rab is then free to associate with its specific Sü dhof, 1998). Second, Rab proteins may regulate membrane trafbeen identified that localize to distinct membrane comficking at the vesicle docking step. A number of Rab partments, it was originally proposed that the specificity effectors, including Rabaptin-5, EEA1, Rabphilin-3A, of interaction between the SNARE proteins accounted and Rim, may serve as molecular tethers. Each effector protein contains a RBD, followed by a linker region (some having the potential to form elongated coiled-coil
and therefore represent an important area for future study. and Rim sequences suggests that the effector residues on the barrel ␣ helix that contact the Rab "switch" re-
